Serum aspartate transaminase (AST),6 alanine transaminase (ALT),7 lactic dehydrogenase (LDH),6 alkaline phosphatase (AP),6 and total bilirubin levels6 were assayed at the time of illness. On some patients, AST and ALT were assayed7 on serum stored (-20°C) for between 6 months and 5 years. Similar AST and ALT results were obtained on 5 sera evaluated by both methods. Plasma ammonia was assayed8 on heparinised venous blood stored on ice for 20 minutes before assay. Buffy coat cultures were performed in newborn human fibroblast tissue cultures as previously described. (Figure) . Most children with progressive varicella-zoster virus infection and those with Reye's syndrome had raised serum enzymes and plasma ammonia levels. Although the degrees of apparent hepatic cellular abnormality in these patients exceeded those in children undergoing a typical course of varicella, some of the latter children also had serological evidence of hepatic cellular injury during their acute vital illness. Thus, about one-third of the normal children experiencing uncomplicated varicella had slightly raised AST values and 2 had pronounced increases, 2 children undergoing uncomplicated varicella had raised ALT values, and almost all children had high AP and LDH values. Although cutaneous vesicles were not enumerated in all patients, the serum LDH appeared to correlate with the degree of dermal injury in patients with typical varicella. High levels of plasma ammonia appeared to be correlated in most patients with increases in both AST and ALT.
None of the 11 patients with varicella-associated Reye's syndrome was viraemic during the first 3 days of encephalopathy.
Discussion
Serological evidence of hepatic cellular dysfunction may be detected during the course of typical varicella in normal and immunologically modified patients as well as in those experiencing an unusual course of infection. However, the magnitude of abnormalities in those experiencing progressive varicella or Reye's syndrome is greater than that seen in patients with typical varicella. Although some of the serological abnormalities may have derived from cells other than the hepatocyte, the high AST and plasma ammonia values seen in patients with typical varicella imply specific hepatic cellular injury. Because the plasma ammonia level may be raised in normal children with varicella, increases in AST, ALT, bilirubin, and AP also probably reflect hepatic cellular injury during varicella. However, increases in the total serum LDH in patients with typical varicella may reflect the degree of cutaneous involvement during varicella,2 although fractionation of the LDH might distinguish the site of cellular injury.
The failure to demonstrate viraemia in patients with varicella and encephalopathy due to Reye's syndrome supports the thesis that the pathophysiology of Reye 
